Introduction
Animal models of human cerebrovascular disease have focused on the relatively restricted areas of neurone demise in the striatum and hippocampus that occurs hours to days after transient forebrain ischaemia (Pulsinelli et al. 1982 , Smith et al. 1984 . In contrast, areas like the substantia nigra (SN), especially the substantia nigra pars compacta (SNC, nucleus A9), under conditions of normoglycaemic and normotensive ischaemia, are thought to be resistant (SchmidtKastner et al. 1991 , but see also Nevander et al. 1985 , Smith et al. 1984 , Inamura et al. 1988 , Smith et al. 1988 for hyperglycaemic, hypotensive conditions). However, recent evidence suggests that the dramatic and obvious death of socalled selectively vulnerable neurones, and the escape of so-called resistant neurones observed soon after ischaemia does not completely characterize the response of the brain to ischaemia (Beck et al. 1993 , Bonnekoh et al. 1990 , Saji & Volpe 1993 , Saji et al. 1994 . One strategy to characterize the effect of transient ischaemia more completely is to examine the state of neurones in the nuclei afferent to a locus of immediate damage. The current data describe the delayed response of neurones in the substantia nigra compacta (SNC) to transient forebrain ischaemia, and confirm the viability of SNC neurones 1 week after reperfusion. However, this resistance is not lasting, by 3 weeks there is a significant loss of SNC neurones and dendritic arborization of THir neurones in the SNR. These results also demonstrate the continued presence of THir projections in the ischaemic damaged striatum 3 weeks after reperfusion, reflecting the dopaminergic fibres originating in the SNC. These results in animals may model some of the neuronal changes that occur in humans with ischaemic striatal injury.
Materials and methods

Surgical procedure
Animals were exposed to transient forebrain ischaemia (Pulsinelli & Brierley 1979 , Pulsinelli et al. 1982 ,Volpe et al. 1984 . Briefly, animals were deeply anaesthetized with a
